broad range of disparate specialties. A remarkable array of diseases are well substantiated in the paleorecord. Diseases evidenced in the paleorecord include trauma, congenital anomalies, circulatory disorders, diseases of the skeleton and joints, infectious, neoplastic, endocrine, nutritional, metabolic and hematologic disorders, to name a few. This being said, a healthy dose of skepticism is appropriate in considering reported findings. Many accounts of pseudopathology secondary to diagenesis (physical or chemical changes occurring after death) are recorded in the literature [4, 5] . For instance, elevated soil pressure, poor drainage, and acidic soil conditions have resulted in long bone decalcification and warping falsely suggestive of rickets. Similarly, beetle and rodent gnawing at skulls has resulted in "rodent ulcers" suggestive of antemortem disease or trauma. In many cases, only where bone healing can be detected is it possible to ascribe damage to a disease process affecting the living. Thus, a critical and cautious open mind is important in reviewing these reports.
Osteogenesis imperfecta, also known as Vrolik's syndrome, is a rare but debilitating group of congenital diseases of the connective tissue. This heterogenous group of disorders (types I-VIII) is characterized by easy bone breakability. The majority of cases are caused by an autosomal dominant heritable error in type I collagen. Type I OI is the most common form. In this familial disorder, individuals tend to reach normal or slightly shorter stature, but bones tend to fracture easily; most fractures occur before puberty. They tend to have triangular face and skoliosis. Affected individuals have blue sclera, easy bruising, joint laxity, dental disorder, and hearing disorder.
Skull findings in OI include a membranous calvarium with multiple wormian bones (supernumerary ossicles of the cranial vault: formations associated with insufficient rate of suture closure and regarded as "epigenetic" and "hypostotic" traits), platybasia, basilar impression, and basilar invagination as combined or isolated abnormalities. These three abnormalities and wormian bones were predominantly found in OI types III and IV as well as in patients exhibiting dentinal abnormality. Most forms of OI result from mutations in the genes that encode either the proalpha1 or proalpha2 polypeptide chains that comprise type I collagen molecules, the major structural protein of bone. Genetic testing is available which may confirm the diagnosis, but negative testing cannot rule out the diagnosis, which may rest on a rare recessive or unknown gene mutation. Fig. 2 Same child as in Fig. 1 . Remains to harbor deformed dentition consistent with dentinogenesis imperfecta (left) and thin bones (right; reprinted from [2] with permission) Fig. 1 Remains of an infant affected by osteogenesis imperfecta. The flattening of the vertical axis and widening of the transverse axis are consistent with a tam-o-shanter deformity (reprinted from [2] with permission)
